. Cell Coding (1980) . The cells were plated into 4 X 24 multiwell plates which had been seeded with CRPMI containing 0.176 g/1 aminopterin, 13.6 g/1 hypoxathine, and 3.9 g/1 thymidine (HAT me¬ dium, total volume 2 ml). Feeder cells (spleen cells from a non-immune Balb C/c mouse) were also added to the plates to help initiate cell division. Cells were fed (1 ml medium removed, and 1 ml fresh CRPMI added) every 3-4 days and after about 10 days they were weaned off the HAT medium and grown in CRPMI alone.
Testingfor an tibody production (Coding 1980 
Purification ofantibody
To obtain large quantities of antibody, cells were trans¬ ferred to ISO-cm' flasks and grown in CRPMI containing 2.5% fetal calf serum. After 7-10 days the medium was harvested and antibody purified using Protein-A-Sepharose affinity chromatography (Pharmacia, Milton Keynes, Bucks, England) (Coding 1978) . Culture medium (60-80 ml) was passed through the column at a rate of 1 ml/min. The column was washed with 20 ml of PBS and the antibody eluted with 0.58% acetic acid in 0.15 mol/1 NaCl, pH 3.0 (10 ml). SDS-polyacrylamide gel electro¬ phoresis (Brück et al. 1986) 
Results
Numerous hybridoma cell lines were produced yielding monoclonal antibodies which were shown by immunofluorescent labelling to interact with rat adrenocortical cells ( Fig. 1 (1) ). Antibodies from eleven of these cell lines showed no interaction with collagenase dispersed rat liver cells. These cell lines were grown up in bulk and two of the antibodies, designated inner zone antibody (IZA) and adrenocortical antibody (ACA) were studied further.
Figs. 1 (2) and 1 (3) show the interaction of these two antibodies with cells from the zona glomerulosa/zona fasciculata region of the rat adrenal cor¬ tex. Fluorescent labelling was clearly seen in both the zona glomerulosa and zona fasciculata cells when ACA was used as the primary antibody ( Fig.  1 (2) , showing that this antibody interacts with an antigen present in both cell types. When IZA was used as the primary antibody, fluorescent label¬ ling was seen predominantly in the zona fascicu¬ lata region of the gland. Only small amounts of fluorescent labelling were seen in the cells of the zona glomerulosa. (Fig. 1 (3) ). This antibody, there¬ fore, interacts with an antigen present predomi¬ nantly in fasciculata cells. Fig. 1 (4) Fig. 2A) . A similar decrease in DOC production (but not 18-OH-DOC) was seen when the antibody was added to microsomes pre¬ pared from zona glomerulosa tissue (Fig. 2C) . IZA also caused a dose-dependent decrease in the pro¬ duction of 18-OH-DOC from added DOC by mito¬ chondria from the inner zones. Corticosterone se¬ cretion by inner zone mitochondria showed an in¬ verse relationship to that of 18-OH-DOC and was increased by all but the highest concentration of antibody (Fig. 2B) . IZA had no effect on the pro¬ duction of corticosterone, 18-OH-DOC, 18-hydroxycorticosterone or aldosterone by the zona glome¬ rulosa mitochondrial preparation (Fig. 2D) (Watanuki et al. 1978; Wada et al. 1984; Yanagibashi et al. 1986 .) However, as the inner zones do not produce aldos¬ terone or 18-OH-B differences in the exact mech¬ anism of 18-hydroxylation must exist between the two zones and it could be envisaged that this antigen may be able to direct the enzyme towards 18-OH-DOC or corticosterone production.
The localisation of the IZA antigen within the cell is at present unknown. Fig. 1 (1) may suggest that it is present on the cell surface, whereas label¬ ling of intracellular components is seen in adrenal sections ( Fig. 1 (3) ). Although the exact nature of the antigenic com¬ ponent is unknown IZA has a potential application in the study of adrenocortical zonation. Current theories hold that adrenocortical cells originate in the capsule region and may migrate through the the zona fasciculata to the zona reticularis (Wright et al. 1973; Ford & Young 1963) . This migration is accompanied by changes in morphology and func¬ tion in the cell (Zajicek et al. 1986 ). The 
